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• Drug-induced (e.g., GC, beta- 
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• Disease-induced (e.g., DM, 
CRF, HypoThyr) 
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Structure of a typical lipoprotein particle 
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Size and density of Serum lipoproteins 
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Statins 

e.g., simvastatin 
pravastatin 
Fluva statin 
Atorvastatin 
rosuva statin 


1) 0 HMG-CoA 
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Absorption of cholesterol and triglycerides 








Mechanism of Action of Ezetimibe 









Fibrates : Mechanism of action 
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Niacin Mechanisms of action 
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Statins 

e.g., simvastatin, 
pravastatin, 
Fluvastatin 
atorvastatin, 
rosuvastatin 
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Statins 

e.g., simvastatin, 
pravastatin, 
Fluvastatin 
atorvastatin, 
rosuvastatin 
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Statins 

e.g., simvastatin 
pravastatin 

FI uva statin 

Atorvastatin 

rosuvastatin 

Bile Acid 
Sequestra nts 
e.g., 

cholestyramine 

colestipol 

colesevelam 

Cholesterol 

Absorption 

Inhibitor 
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Fibrates 

e.g., 

gemfibrozil 

fenofibrate 
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(Nicotinic acid, 
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PK 
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Statins 

e.g., simvastatin 
pravastatin 

Fluva statin 
Atorvastatin 

rosuvastatin 
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S.E. 
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GI 
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skin flushing & 
pruritis 

( tachyphylaxis ). 
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■ Active peptic 
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For the following questions, write the appropriate answer as a SINGLE word or as 
A FEW words in the following allocated spaces ONLY . 

IMPORTANT : Questions that request drug names to be written, mention ONLY ONE 
drug name for each allocated space. 

1) The following 3 statins are metabolized by CYP450: A) simvastatin 
B) Fluvastatin And C) Atorvastatin 

2) Niacin is an antihyperlipidemic agent which is contraindicated in patients with gouty 
arthritis. 

3) The following category of antihyperlipidemics is the most efficacious in suppressing 
hypertriglyceridemia: Fibrates 

4) The molecular target which is inhibited by ezetimibe is NPC1L1 
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